A 71-year-old patient was admitted to the emergency department (ED) of a local hospital complaining of mild abdominal pain with an onset the night before. He was a heavy smoker for 25 years, and had a history of hypertension and dyslipidemia for 18 years. He also suffered from stage 2 renal failure over prior 9 years. Physical examination showed a mild-to-moderate abdominal pain on deep palpation, while chest and heart examinations did not reveal any relevant clinical findings (blood pressure 120/70 mmHg, heart rate 72 bpm). An abdominal echography showed gallstones. The ECG revealed non-specific repolarization abnormalities (Fig. 1a) . Echocardiography revealed only a mild dilatation of the ascending aorta (43 mm) (Fig. 1b) . Laboratory tests were all within the reference ranges with the exception of a mild increase in the serum creatinine (1.2 mg/dL). Physicians advised the patient to remain under observation in the hospital, but he decided to return to his home. 3 days later, he returned to the ED for chest pain and dyspnoea. Physical examination showed tachypnea, and hypotension (blood pressure 75/55 mmHg, heart rate 75 bpm), a S3 gallop and basal pulmonary rales. Arterial blood gas analysis revealed a compensated metabolic acidosis (anion gap 16.2 mmol/L). The ECG revealed ST elevations in the inferolateral leads (Fig. 1c) . The patient was admitted to the intensive care unit with the impression of an acute coronary syndrome. Laboratory tests and an echocardiography were immediately arranged. The tests revealed a worsening of renal function (blood urea nitrogen 231 mg/dL, creatinine 3.0 mg/dL), a slight increase in the serum myoglobin (123 ng/mL), and the presence of hyperuricemia (696 lmol/L) and mild hyponatremia (125 mEq/L). The other tests were within the reference ranges. At echocardiography, moderately severe global hypokinesia (ejection fraction &38 %) with segmental hypokinesia of the midbasal portion of the inferolateral wall, and a circumferential pericardial effusion were found. Due to the possibility of aortic dissection, a transoesophageal echocardiogram was done, which excluded aortic dissection. While the patient was transferred to the closer ''hub hospital'' for an angiographic examination, he started to complain of severe abdominal pain with nausea and vomiting. Following a discussion between cardiologists and surgeons, the patient was then admitted for a computed tomography (CT scan) examination, which revealed the presence of free air in the mediastinum, mainly in the subcarinal, perioesophageal and paracardiac regions; a discrete pleural effusion with concomitant small pneumothorax in the left lung was also observed (Fig. 1d, e) . A CT scan after water-soluble oral contrast revealed the presence of a perforation of the anterior wall of the oesophagus, about 6 cm above the cardiac region (Fig. 1f) . The esophageal perforation was initially thought to be secondary to the transoesophageal echocardiography. However, after a careful examination of the CT scan, a ''non identified foreign body'' stuck through the
Clinical case
A 71-year-old patient was admitted to the emergency department (ED) of a local hospital complaining of mild abdominal pain with an onset the night before. He was a heavy smoker for 25 years, and had a history of hypertension and dyslipidemia for 18 years. He also suffered from stage 2 renal failure over prior 9 years. Physical examination showed a mild-to-moderate abdominal pain on deep palpation, while chest and heart examinations did not reveal any relevant clinical findings (blood pressure 120/70 mmHg, heart rate 72 bpm). An abdominal echography showed gallstones. The ECG revealed non-specific repolarization abnormalities (Fig. 1a) . Echocardiography revealed only a mild dilatation of the ascending aorta (43 mm) (Fig. 1b) . Laboratory tests were all within the reference ranges with the exception of a mild increase in the serum creatinine (1.2 mg/dL). Physicians advised the patient to remain under observation in the hospital, but he decided to return to his home. 3 days later, he returned to the ED for chest pain and dyspnoea. Physical examination showed tachypnea, and hypotension (blood pressure 75/55 mmHg, heart rate 75 bpm), a S3 gallop and basal pulmonary rales. Arterial blood gas analysis revealed a compensated metabolic acidosis (anion gap 16.2 mmol/L). The ECG revealed ST elevations in the inferolateral leads (Fig. 1c) . The patient was admitted to the intensive care unit with the impression of an acute coronary syndrome. Laboratory tests and an echocardiography were immediately arranged. The tests revealed a worsening of renal function (blood urea nitrogen 231 mg/dL, creatinine 3.0 mg/dL), a slight increase in the serum myoglobin (123 ng/mL), and the presence of hyperuricemia (696 lmol/L) and mild hyponatremia (125 mEq/L). The other tests were within the reference ranges. At echocardiography, moderately severe global hypokinesia (ejection fraction &38 %) with segmental hypokinesia of the midbasal portion of the inferolateral wall, and a circumferential pericardial effusion were found. Due to the possibility of aortic dissection, a transoesophageal echocardiogram was done, which excluded aortic dissection. While the patient was transferred to the closer ''hub hospital'' for an angiographic examination, he started to complain of severe abdominal pain with nausea and vomiting. Following a discussion between cardiologists and surgeons, the patient was then admitted for a computed tomography (CT scan) examination, which revealed the presence of free air in the mediastinum, mainly in the subcarinal, perioesophageal and paracardiac regions; a discrete pleural effusion with concomitant small pneumothorax in the left lung was also observed (Fig. 1d, e) . A CT scan after water-soluble oral contrast revealed the presence of a perforation of the anterior wall of the oesophagus, about 6 cm above the cardiac region (Fig. 1f) . The esophageal perforation was initially thought to be secondary to the transoesophageal echocardiography. However, after a careful examination of the CT scan, a ''non identified foreign body'' stuck through the anterior wall of oesophagus was seen (Fig. 1f) . The pleural effusion was found to be an empyema, and was drained. The patient then underwent surgical intervention to extract the foreign body, which was found to be a piece of bone (inset in Fig. 1f) . When the doctor asked the wife what did they had eaten in the last few days, the wife reported: ''Well, we had chicken, and my husband was almost strangled by a piece of bone!'' After the intervention the patients were admitted to the intensive care unit, but his condition progressively worsened, and he died 6 weeks later.
Accidental ingestion of foreign bodies (mainly represented by fish bones and chicken bones), is frequent in adults [1] . As long as no occlusion or other complications develop, the clinical signs may be totally lacking. In spite of the mostly benign natural course, ingestion of foreign bodies is associated with an increased morbidity and mortality, mostly when the ingested foreign body is sharp or pointed [2] . The diagnosis of a foreign body ingestion is made primarily on the basis of the patient's medical history. In conclusion, this case highlights the atypical and misleading clinical presentation of this event that patients often underestimate and forget to report significant historical events to the doctor, causing delayed diagnosis and potentially an adverse clinical evolution.
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